Introduction {#sec1}
============

Lichen planopilaris (LLP) is a rare, progressive disease of the scalp and is an important cause of scarring alopecia.[@bib1] LPP is classified clinically into 3 types: classic LPP, frontal fibrosing alopecia, and Graham-Little-Piccardi-Lassueur syndrome.[@bib2], [@bib3] In classic LPP, patients commonly present with single or multiple patches of alopecia in the vertex of the scalp.[@bib4] The exact pathogenesis of LPP remains unclear.[@bib5], [@bib6] Here we describe a case involving one of the youngest reported adult subjects in which the trigger for LPP is unique and was not previously reported. The patient admitted a prolonged history of placing an excessive traction on the temporal scalp as she repeatedly pulled her hair up in a unique fashion. This excessive strain resulted in what we think is traction-induced LPP, particularly developed over the site of tension. After the patient stopped applying the traction and successful treatment with topical, intralesional, and oral corticosteroids, the patient experienced complete remission, so all medications were stopped. To our knowledge, this is the first report with history of positive traction being the eliciting factor of LPP.

Case report {#sec2}
===========

A 25-year-old Saudi otherwise healthy woman presented to our clinic with a 5-month history of bilateral focal temporal hair loss with concomitant pain, redness, itching, and burning sensation of the scalp. She reported a prolonged history of applying traction to the areas of hair loss. She denied using any topical or oral medication before the onset of hair loss. Her family history is positive for alopecia areata but with unremarkable family history of other hair or autoimmune disease. Upon examination, her scalp showed symmetrical bitemporal irregular patches of scarring alopecia with remarkable perifollicular erythema and scaling ([Fig 1](#fig1){ref-type="fig"}, *A* and *B*). There was no hair loss of the eyebrow, axilla, or groin area. Mucocutaneous and nails changes associated with lichen planus were not present. Her laboratory studies, including complete blood count, serum ferritin level, thyroid function test, and liver and renal function tests were all within normal ranges. Erythrocyte sedimentation rate was not elevated. A biopsy specimen of the scalp showed decreased hair follicle density with perifollicular fibrosis and lymphatic infiltrate of the isthmus part of the hair follicle consistent with LPP ([Fig 2](#fig2){ref-type="fig"}, *A* and *B*).Fig 1**A** and **B**, Bilateral linear patch of scarring alopecia following the line of hair traction.Fig 2**A**, Low-power view shows a low follicular density. **B**, A higher magnification shows an altered follicle with focal perifollicular fibrosis with a few lymphocytes at the level of the infundibulum. (**A** and **B**, Hematoxylin-eosin stain.)

The patient was advised to avoid the traction hair care practice to prevent potential worsening of hair loss. She was started on clobetasol solution in combination with triamcinolone Acetonide injections (10 mg/mL) administered monthly, but her symptoms of pain, redness, and itching persisted. Systemic treatment with prednisolone was initiated (20 mg/d). At follow-up, the condition was fairly controlled, as further hair loss was halted with resolution of her symptoms; thus, prednisolone dose was tapered gradually to 5 mg/d. Other systemic medications that were prescribed include hydroxychloroquine (200 mg twice a day); however, the patient was not adherent so it was discontinued. A trial of tetracycline (500 mg twice a day) was attempted, but the patient was noncompliant because of the gastrointestinal side effects. The patient then experienced a complete remission, as she became symptom free for around 3 months, so all medications were stopped.

Discussion {#sec3}
==========

We describe a case in which the trigger for LPP is unique and was not previously reported. Ostensibly, the patient had a prolonged history of placing excessive traction on the temporal scalp as she repeatedly pulled her hair up in a unique fashion. This excessive strain resulted in what we think is traction-induced LPP, particularly developed over the site of tension. To our knowledge, this is the first report with history of positive traction being the eliciting factor of LPP. A recent report shows that scalp trauma in one patient resulted in LPP developing only in the areas of trauma.[@bib7] An important differential diagnosis is central centrifugal cicatricial alopecia (CCCA).[@bib8] There are some similarities between LPP and CCCA, as they both are classified as lymphocytic types of primary cicatricial alopecias, so they both have a common end result: follicular scarring.[@bib8] Treatment options are quite similar in both disease entities.[@bib9], [@bib10] However, differences do exist around the epidemiologic and clinical presentation.[@bib8], [@bib11] Although LPP can occur in individuals with any racial background, CCCA distinctively occurs in women with African descent.[@bib8], [@bib12] Moreover, even though the etiology for both diseases remain debated, CCCA has been classically attributed to certain hair practices such as braiding, use of chemical and lye-containing relaxers, hot comb, and excessive heat application.[@bib13] It is important to note that these mentioned hair care practices were not reported to be associated with LPP. In addition, the typical sites of scalp involvement in LPP include the frontal and parietal areas and the vertex, then spreading anywhere.[@bib1], [@bib14] Conversely, in CCCA the area that is first to be affected is the central scalp, after which it starts expanding centrifugally.[@bib8] Histopathologic features are overlapping between CCCA and LPP.[@bib8], [@bib15] It is noteworthy that the isolated involvement of the temporal area---the site at which the hair has been under large amounts of strain in our patient---further supports that traction was the triggering factor of LPP. This case is reported to show that unusual triggers for LPP exist. Careful history, clinical assessment, and histopathologic evaluation can prevent the delay in diagnosis. Prompt initiation of treatment can improve the prognosis. Clinicians should be able to distinguish LPP from CCCA. Further studies are needed to better understand precipitating factors and pathologic mechanisms behind LPP.
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